There are many problems involved when examining the relationship between common (migraine) and rare (low-tension glaucoma [LTG] ) disorders. LTG has two objective criteria, optic disc appearance and intraocular pressure, and one subjective criterion, the visual field. By contrast, headache or migraine, the common disorder, has no objective criteria for diagnosis and only a smorgasbord of lliS subjective historical criteria. The mechanism of neither condition is well understood; however, a series of tantalizing observations tenuously links them. The first of the two studies of LTG reported by Phelps and myself was not a questionnaire study but a detailed face-to-face history, exploring all potential, historical sources for blood loss, hypotension, hypertension, as well as migraine (1). we were looking critically at all possible potential causes of ischemic damage to the optic disc. The application of a questionnaire to the problem of the incidence of migraine in LTG in the sec-ond paper was done before lliS criteria existed and it is my belief that questionnaires for migraine, including ours, are imperfect tools at best (2). One major problem is that we are talking about two entities that are difficult to define and for which there are no laboratory tests to identify either disorder. LTG (or normal tension glaucoma) is probably not a homogeneous condition but rather a heterogeneous collection of glaucoma-like discs that have different pathogenetic mechanisms (3). The majority of these mechanisms appear to be vascular, however. What is needed now is an objective tool, a blood test, that will quantitatively allow us to identify the migraineur, Until that test is available, only carefully designed questionnaire studies such as Pradalier's will possibly help to clarify the relationship which exists between migraine and LTG 
SUNCT, lacrimation, and trigeminal neuralgia
One of the most interesting headaches recently described is known by the acronym SUNG (conjunctival injection and tearing syndrome). The clinical picture is stereotyped, the response to various drugs is comparatively disappointing, and the pat..';ophysiology is relatively unknown. Diagnosis has to be obtained on the realm of clinical findings, since objective markers are not yet available. In this issue, Benoliel and Sharav write on the frontier between SUNCf and trigeminal neuralgia (TN) with lacriti manon.
The trigeminal nerve, which innervates most parts of the cranium including the eye, may be potentially activated durinz anv headache attack. Although causes may vary, distinct disorders will involve the same anatomical apparatus. The multitude of unilateral headache syndromes, such as SUNCT, TN, cluster headache,
cnromc paroxystnal nenucrarua, anu cluster-tic, seem to indicate that this common final substrate may be activated in various ways. Probably of trigeminal origin, SP-LI and CGRP-U have been identified in ocular tissues of several species (1, 2). Acetylcholine and vasoactive intestinal polypeptide (VIP) are important transmitters for the regulation of tearing (3, 4), and reflex parasympathetic activation may induce lacrimation upon trigeminal stimulation (5). Interestingly, rabbit trigeminal sensory denervation of the eye also decreases \'IP in some ocular tissues (6)~The neurotransmitter release profiles probably vary from one headache syndrome to the other and, accord-ingly, clinical pictures vary. In this context, tearing could be expected, at least to some extent, in all such syndromes, including TN. Lacrimation alone should not be regarded as a diagnostic marker.
SUNCf is a distinct disorder. In atypical headache patients, however, the clinical manifestations may eventually intermingle. A5 clinical experience increases and new pathophysiologic knowledge emerges, physicians wHl be able to establish more precisely the borderlands of these intriguing headaches. 
Premonitory and prodromal symptoms inCH~-
Cluster headache (eH), one the most severe forms of head pain, is an example of a periodic r1i__ and is, in many ways, distinct from other forms of headache in its unique head pain profile, periodicity, and autonomic features. The Blau and Engel study in this issue is a weU-eonducted clinical study whose main finding is particulariy interesting. It is possible to distinguish two types of "pre" symptoms in CH, prodromal, which are manifest minutes before a headache attack, and pre-monitory, that may be revealed by careful history-taking days or possibly weeks before the onset of a cluster period. While the symptomatology of a CH attack is usually diagnostically clear-cut, the investigation of pr0dromal and premonitory symptoms may provide clues for investigating the pathogenesis of this condition. Also, as the authors suggest, the symptoms may provide a signal for administering early therapy, acute or prophylactic in nature. One criticism of the study is that, in their interpretation of the pathogenesis of the prodromal symptoms the authors do not consider the possibility of hypothalamic disturbance. Such explanation seems worth considering, particularly because the hypothalamus plays a role in modulating both autonomic responses and emotive-instinctive reactions. Certainly the authors' comments that it is difficult to interpret the significance of the promonitory symptoms, particularly those involving the facial, neck, and shoulder muscles, in 3 of the patients Headache is the most common complication of lumbar puncture, occurring in 15-30% of patients. Onset varies from 15 min to 4 days after lumbar puncture. but it can take as long as 12 days to manifest itself. H untreated, the headache can last 2 to 14 days (most commonly 4 to 8 days) or even months. It is believed that post-lumbar puncture headache is caused by low CSF pressure secondary to CSF leakage. In fact, dural holes and subdural collections of CSF have been observed at laminectomy or autopsy performed after a lumbar puncture. This headache is accentuated by the erect position and relieved with recumbency (orthostatic headache).
Unlike intracranial hypertension, where headache occurs in 39-80% of patients, almost all patients with intracranial hypotension present with headache. The headache may be frontal, occipital, or diffuse. The pain is usually, but not always, throbbing in nature and not relieved with analgesics. The more severe the headache, the more frequently it is associated with dizziness, nausea, vomiting, and tinnitus. The pain is aggravated by head-shaking and jugular compression. Physical examination is usually normal; however, there may be mild neck stiffness and a slow pulse rate. Spinal fluid pressure usually ranges from 0 to 65 mm. The CSF composition is usually normal, but there may be a slight protein elevation and a few red blood cells (1).
Vilming and Kloster (2) have prospectively followed 239 outpatients who had a diagnostic lumbar puncture performed with either a 20 or 22 gauge needle. Patients who developed headache were self-evaluated ache and remained stable until the last day, when it was significantly prolonged. The time to pain improvement with recumbency did not change. This study nicely complements their prior study (3), which describes in detail the post-lumbar puncture headache characteristics of their population. They interpreted their results as consistent with the "leakage theory", that is, CSF leaks most rapidly early on, resulting in a more severe, more rapid-onset headache. When the dural rent nearly heals, it takes longer to develop a less severe headache. An alternative explanation for their results is that pain desensitization is caused by persistence of a low CSF pressure. The authors state that this cannot CEPHALALGIA 18 (1998) explain why the pain subsides and develops more slowly and why the time for pain to decrease is not affected. Perhaps this is due to independent mechanisms at work: pain initiation, desensitization, and elimination-perhaps .the initiation of pain is affected by desensitization.
Important questions remain unresolved. No direct correlation exists between the level of pressure on a subsequent lumbar puncture and the presence of low-pressure headache, but a correlation exists between CSF volume loss and headache. No correlation exists between the amount of CSF that leaked, measured by MRI, and post-lumbar puncture headache. Jugular compression increases the severity of headache despite increasing intracranial pressure. Perhaps post-lumbar puncture headache is not caused solely by intracranial hypotension.
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Headaches in response to trauma
Although much is known about the psychological makeup of sufferers from migraine and tension-type headache, far less is understood about the role that psychological factors play in individuals whose headaches occur in response to trauma. Wallis and colleagues seek to fill some of this void regarding psychological aspects of post-traumatic headache. Operating within a cervical spine unit, they were able to generate and collect data on two distinct groups of injured patients-whiplash-associated neck pain without headache and whiplashassociated neck pain with headache.
Since the groups were equated for injury status and varied only with respect to headache presence, this allowed the authors to examine contributing effects of headache in a some-what indepetldenl and m,-=remental fashion. Realizing the importance of including appropriate comparison groups, but being unable to do so i. n their specialized care unit, they drew such groups from the extant literature. To accolnplish this, the authors identified two published studies; eac..h stu.dy included post-tralLrna as well as nontrauma headache sufferers and each utilized a psychological measUL-e identicalto theirs (SCL-90-R). Comparison of their findinzs to PUblished norms for the SCL-9O='R permitted yet another test. Both Whiplash groups revealed similar, moderately elevated psychological profiles, with no differences betWeen -them, but at levels above established norms. Pr0files obtained for both whiplash groups in this study were found to be similar to those obtained in the published studies examining post-traumatic headache. o-verall" elevations observed in the post-trauma groups were, somewhat surprisingly, less intense and less pervasive than those for nontraumatic headache compari= son groups included in the other published studies, Wallis et al accounted for these findings as follows. It is well k.nown that uncertainty heightens stress and psychological concerns. When headache onset follows a definable e-vent, as is the case for whiplash, uncertainty as to cause is reduced, which may in turn reduce generalized psychological distress. This interpretation is supportive of a vie'Aj of psychological distress as being a secondary or-reactive response. ThiS is a plausible Editorial CDmmentilry 73 interpretation, espeeia11y when you consider that the Whiplash headaches were of fairly recent onset (headaches needed to be present for only 3 months). It would be interesting to stu.dy a similar c-ohort whose headaches endured for periods well beyond 3 months. In this situation, uncertainty may begin to increase, casual attributions rra..ay c. ..... .ange, and a patient's views about the likelihood of continued improvement may become less positive. Psychological distress may wen cb~Tlge accordingly Finally; the authors suggest that the obtained differences may imply a different biological etiology for trauma-induced headache. This interoretation cannot be affirmed given the design utilized, but this account clearly merits continued study:
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